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greater competition for positions there makes
the chances for material existence far better here.
On the whole, a physician with phthisis would
have a hard time to find a better place for his
purpose than a Mexican mountain mining
camp.
CHRONIC DYSPEPSIA.*
BY JOHN B. DEAVER, M.D., PHILADELPHIA.
The members of the Meigs Medical Society may
think strange of the title of my paper, and my only
apology is the opportunity I have had of studying
the pathology of the living. That the pathology
of the living has made startling revelations in the
diagnosis and treatment of many intra-abdominal
ailments which have, as their ordinary symptoms,
those formerly designated chronic dyspepsia,
chronic indigestion, etc., we now know, and are
forced to admit. It will be my purpose this
evening to show how we physicians have in the
past been deceived, whilst at the same time we
have been deceiving our patients.
The term " chronic dyspepsia," as used in
present day medicine, denotes a symptom-com-plex which is usually expressive of distinct or-ganic disease within the abdomen. It is a term
that was coined sometime in the eighteenth or
nineteenth century, before abdominal surgery
was developed, and had its equivalent in the
Latin phrase " non cognosco " which, as you are
aware, means
" I do not know," " I am not
acquainted with," " I do not recognize." In
those days, if a patient complained of changed
appetite, gastric distention with flatulence, heart-
burn and acid eructations, constipation andpain after eating, with or without vomiting, andif these symptoms were not acute, his case was
diagnosed " chronic dyspepsia," with the pro-
visional diagnosis, provided the pain was very
marked, of " neuralgia of the stomach." The
patient was advised not to eat fried food or
plum pudding; and was prescribed a quassia cup,
and other stomachics, as golden seal, gentian, or
boneset; or digestants, as saccharated pepsin,
pancreatin or papain. After extended treat-
ment perhaps improvement ensued, and the
" chronic dyspepsia " or " neuralgia of the
stomach " was recorded as cured. But, as I
shall show you, the patient was not cured; his
ailment, in all probability, was merely restored
to a condition of latency. If, later on in the
disease, he vomited a quart of bright blood, the
diagnosis of gastric ulcer was established; if hebecame jaundiced, gallstones were suspected;
and if he became pale and weak, and lost flesh,
and a lump was found in the abdomen, malig-
nancy was diagnosed. If the case came to
autopsy, careful pathological measurements and
weights were made, minute notes dictated and
the corpse sewn up and given over to the em:balmer.
With the development of abdominal surgery
came the dawn of a new era. Important obser-
vations were made at the operating table, and a
new branch of medicine was developed. It was
that of the pathology of the living. I can well
recall the time when this new science was offered
to the profession. It created commotion as did
Virchow's announcement of cellular pathology.
Many doubting brethren asked me, " What is this
living pathology? " " How can there be any
living pathology? " This latter question sug-
gested to me that my questioner could associatepathology only with the post-mortem table. I
explained to him that pathology is the science of
disease, and that living pathology is the science
of disease in the living. He caught the idea, and
went forth thinking.
Living pathology, then, is the science of disease
in the living. It immediately began to minimize
the value of carefully taken post-mortem pro-
tocols. It explained symptoms, signs and the
natural history of disease; it developed diagnosis
and brought operative treatment earlier into
people's lives. By these means it has prevented
years of suffering, and, like the fender on a tram-
car, has snatched patients from the jaws of death,
thereby helping to approximate the average span
of life more nearly to the three-score-and-ten
mark.
To my mind, no better illustration exists than
that offered by disease of the skin. Here the
character and extent of the disease, including the
size, color, consistency, sensitiveness and amount
of congestion and exúdate in the lesion, may all be
observed, and the course of the disease followed
with the eye, and the effect of treatment directly
seen. Who would prefer to study skin diseases
after death? What is the comparative value
of the two methods? Two decades ago, it was
found that abdominal disease could be studied
by the same direct method, the only hindrance
being the opacity of the abdominal wall, an
obstacle that was soon overcome. Abdominal
pathological lesions in their living state, including
size, color, consistency, amount of inflammation
and infection, and their extent and in all stages,
were studied and compared to the disturbance
previously caused the patient by the disease.
Further questions, suggested by the operative
findings, were put to the patient during his post-
operative convalescence. In this way symptoms
and signs, vague or frank, were explained, and
their cause put upon a firm pathologico-anatomi-
cal basis. In this way the term " chronic dys-
pepsia " gradually became altered in its sense.
Previously it had been bottomless, and for that
reason created in the mind of the practitioner
the idea that there was a vague indefinite some-
thing wrong in the abdomen, that, in fact, the
stomach was " out of kelter." This something
he had to call something to satisfy the laity, so
he called it " a functional disorder," or " bilious-
ness," or " torpidity of the liver," and finally
" chronic dyspepsia," —all of which meant " non
cognosco." Now, having been put upon the firm
foundation of living pathology, the term " chronic
dyspepsia " means " cognosco," " I know," " I
am acquainted with," " I recognize," that there*Read before the John Aitken Meigs Medical Society, Dec. 20,1907. Held at the residence of Dr. Joseph Potsdamer, Philadelphia.
 The Boston Medical and Surgical Journal as published by 
The New England Journal of Medicine. Downloaded from nejm.org at UT DALLAS on July 21, 2016. 
 For personal use only. No other uses without permission. From the NEJM Archive. Copyright © 2010 Massachusetts Medical Society.
is a lesion in the abdomen, be it never so slight,
and that Nature is signaling for help, crying
" Chronic dyspepsia! " " chronic dyspepsia! "
" chronic dyspepsia! "
Gentlemen, he who has faithfully studied
normal anatomy, pathological anatomy, physi-
ology, living pathology and the natural history
of disease knows his body, and he who knows
his body recognizes in symptoms and signs the
" Stop, look and listen! " of Nature. This
warning is usually manifested by nerve disturb-
ance, and although this nerve disturbance maybe expressed as pain, yet it may be expressed in
numerous other ways, for, from our physiology,
we know the various functions of nerves, and from
our anatomy, we know their distribution. In
the first instance, nerves are motor, vasomotor,
secretory and sensory, and trophic or inhibitory.
In the latter instance, we know the profuse and
intimate distribution of nerves to the organs in
the upper abdomen. I need not detain you with
this consideration, it is merely suggestive of the
possibilities and explanations of symptoms and
signs that may arise in disease in the upper ab-
domen. You know the effects and results of
infection and of inflammation. I need dwell no
further on these elementary principles of the
pathology of the living, except to emphasize the
fact that they have been beacon lights to the
surgeon in his moulding of the modern concep-
tion of chronic dyspepsia.
The cause of chronic dyspepsia is chronic dis-
ease in the gastro-intestinal canal of associated
glands. Also, factors that disturb the equipoise
of the abdominal sympathetics, such as ptosis
of any organ or organs within the abdomen. To
elaborate on this etiology would consume con-
siderable time, therefore I shall confine my re-
marks this evening to diseases of the appendix,
of the stomach and duodenum, and of the biliary
passages as factors in producing chronic dys-pepsia.
That the appendix plays the most important
part of any abdominal organ in both acute indi-
gestion, chronic indigestion or chronic dyspepsia
is proven by the fact that practically all cases of
appendicitis give a history of indigestion, and
that after a patient has gotten well of the opera-
tion for removal of the appendix all the dyspeptic
symptoms have disappeared. This is the obser-
vation of surgeons doing this line of work. Sir
William Macewen in a lecture at the Charing
Cross Hospital, upon " The Functions of the
Cecum and Appendix," * calls particular attention
to the symptoms of indigestion in connection with
this disease. I have been able to verify this in
numerous cases which have come under my ob-
servation, and I therefore have no hesitancy in
stating that the appendix is the most frequent,
but least recognized, cause of chronic dyspepsia.
Irritation of the appendix is due to concretions,
angulations, or congestions; no history of pre-
ceding inflammatory attacks can be obtained,
but the patients are subject to vague intestinal
pains, flatulence, and constipation. When the
appendix is chronically inflamed, the symptoms
of chronic dyspepsia are accentuated with each
recurrent attack, and usually a history of pre-
ceding attacks can be elicited. In both cases,
there may be a state of partial or complete
invalidism, which cannot be cured by medical
means. These recurrent attacks of dyspepsia
are interpreted too often as indigestion, and the
attending physician does not awaken to the fact
that it is a chronically diseased appendix that is
responsible, until an acute attack supervenes,
with perforation, peritonitis, etc. If the patient
is fortunate enough to recover, he recovers too
from his dyspepsia; then the doctor realizes that
the " chronic dyspepsia " was a diseased appen-
dix. Many a precious life has been lost by
dilly-dallying with these cases until perforation
and general septic peritonitis carries the poor
subject to his long home.
When the appendix is the seat of non-inflam-
matory irritation, " It is a common occurrence to
treat these patients for dyspepsia and constipa-
tion, with no permanent result; and unless the
true cause of their malady be discovered, they
drift from one doctor to another, until finally
they have an acute attack, or give up in despair,"
 
as Black stated in his recent paper.2
Diseases of the stomach or duodenum are
extrinsic or intrinsic. The extrinsic are due to
diseases arising primarily in other regional organs,
in which process the stomach or duodenum be-
comes involved secondarily. The most frequent
and familiar example of this is stricture of the
pylorus by a band of adhesions with partial or
complete anchoring of the pylorus to the gall
bladder, liver or to the duodenum by adhesions,
the result of chronic gallstone disease. Nature,
by means of adhesions, glues the gall bladder to
the stomach or duodenum and, by ulcerative
inflammation, bores a communication between
the respective viscera so related (an internal
biliary fistula). Diagnosis of this condition
is based upon the presence of a dilated stomach,
associated with a history of chronic gallstone or
duodenal disease. Of the intrinsic, the most
frequent is ulcer of the stomach or duodenum;
after .that, in my experience, carcinoma. Both
of these maladies nearly always express them-
selves by chronic dyspepsia. While hour-glass
stomach and peptic ulcer of the jejunum maygive rise to chronic dyspepsia, yet their compara-
tive infrequency exempts them from discussion
to-night.
More cases of gastric and duodenal ulcer are
operated upon every year, and why? Because
physicians, having learned from the pathology
of the living as taught by the surgeon, and with
the surgeon having studied these lesions at the
operating table, recognize the intimate connection
between chronic ulcer and chronic dyspepsia. I
have no hesitancy in saying that I can make
good diagnosticians of physicians who will favor
me with their presence at my operations. During
this year, including an absence of six weeks, I shall
have made 2,000 autopsies upon living subjects.
1 London Lancet, 1904. » N. Y. State Jour, of Med., Aug. 1907.
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Ulcer of the stomach and duodenum occur
with nearly equal frequency, and often co-exist.
Gastric ulcer occurs more frequently in women,
and duodenal in men. The cause common to these
ulcers is excess of hydrochloric acid in the stom-
ach. The history common to both is that of a
long standing dyspepsia, extending usually over
a period of ten, twenty, or even thirty years.Symptoms produced by gastric ulcer differ some-
what from those produced by duodenal. In
gastric ulcer, in addition to the symptoms of
chronic dyspepsia detailed above, there is usually
pain in a fixed spot in the epigastrium, soon after
eating, and relieved when the stomach becomes
empty. This pain may radiate to the left scap-
ula. There may be tenderness below the xiphoid,
and a little to the right of the median line. Vom-
iting of blood is a variable sign. During acute
attacks, rigidity of the supra-umbilical part of
the right rectus muscle is frequently present.
Vomiting occurs, particularly when the ulcer
involves the pylorus, producing by cicatricial
contraction, or by extensive tissue hyperplasia,
stricture of the pylorus, with subsequent dilata-
tion of the stomach. Tissue hyperplasia in
these cases may be so marked as to be noticeable
as a distinct tumor from without, and strongly
suggestive of malignancy, when seen from within.
Given a patient with such symptoms, especially
a young and anemic female, and the therapeuticindication is gastro-jejunostomy and not a
quassia cup. In this way the grave event of
perforation or of fatal hematemesis may be
forestalled.
In duodenal ulcer the pain occurs several hours
after the ingestion of food, or, in other words,
when the acid chyme reaches the duodenum.
It radiates to the back and usually to the right,
towards the loin. It is relieved by food or by
alkalies, which absorb or neutralize the acid in
the stomach, thus preventing chyme entering the
duodenum until the acid contents of the stomach
increases again,—this process being in perfect
accord with the well-known physiological princi-
ples of Pawlow. The pain comes on so long after
eating as to be present when the patient's appetite
is aroused for the next meal; hence, the " hunger-
pain " of Moynihan, or, if I may coin a new term,
" opsonodynia." The pain is increased by flatu-
lence, so that belching gives some relief. Tender-
ness is usually present a little below Robson's
point.
I have frequently noted heartburn in this con-
dition, and attributed it, as well as pyloric spasm,
to the excess of acidity. Constipation is common
in these cases.
Now it will be seen that many of the symptoms
detailed above are those the cause of which was
formerly thought to be chronic dyspepsia, untilhemorrhage or perforation awoke the physician
to a stern sense of the reality In addition to
the complication of hemorrhage, perforation,
adhesions and chronic pancreatitis, there may
develop, as a result of ulcer of the stomach or
duodenum, that far more serious complication
of cancer. In fact, it is not unreasonable to state
that the majority of cases of gastric cancer arisein the bed of an old ulcer. As bearing on cancer
of the stomach, it is well to quote the forecast
recently made by Moynihan: " It is, I submit,
only by early exploration (biopsy) of possible
cases of carcinoma of the stomach that the
knowledge will be gained, by comparison of the
symptoms with the pathological conditions thendisclosed, which will equip us with the power
of early positive recognition of this disease."In the introductory remarks I stated that in the
days before living pathology, gallstone disease
was included under the diagnosis of " chronic
dyspepsia," because of non cognosco —that is, it
was unrecognized as gallstone disease untiljaundice intervened. On the contrary, present-
day pathology, derived from biopsies, shows thatjaundice is an unusual sign of gallstone disease,
and is not necessarily present in common duct
cholelithiasis. How, then, do we diagnose gall-
stones? We diagnose them by the symptoms of
chronic dyspepsia which they cause. How
often do we hear it said of a person that " he (or
she) is a dyspeptic," as though consigned to a
permanent state of ill health? I venture to
suggest that, could the gall bladder of many of
these so-called " dyspeptics " be opened into,
veritable quarries of stones would be revealed,
and if not stones, then the effect thereof.
The early symptoms of cholelithiasis are those
with which the physician should familiarize him-
self, and not the late ones. If he familiarize
himself with the early symptoms, and submit thepatient to operation, more patients with chole-
lithiasis will recover; but if he is able to diagnosegallstones only when complications, which give
rise to well-marked symptoms, are established,
he has advanced no further than his medical
forefathers, and more patients will die.The early symptoms of cholelithiasis are flatu-lence, epigastric uneasiness, sense of heavinessin the pit of the stomach, and pain —occasion-
ally colicky
—
soon after eating. There may
even be nausea, and rare and apparently causeless
vomiting.
The symptoms of chronic infection of the gall
bladder are, dragging sensation in the right side;
a slight feeling of oppression in the stomach;
dyspepsia manifested by eructations of gas, and
at times anorexia and hyperchlorhydria, and
pain after food, but not coming on for some hours,
which usually attacks the patient at night or in
the early hours of the morning. It frequently
happens that in the absence of obstruction of the
cystic duct, and subsequent development of
hydrops of the gall bladder, there is no discom-
fort. Even with stone in the common or hepatic
ducts the course of the disease may be latent.
The immediate cause of colic is an inflammatory
process,
—
a slight infection reaching the gallbladder by way of the common duct, which, in
the presence of stone, may bring colic by inciting
the gall bladder to contractions in its efforts to
force the stone into the cystic duct.
From statements in textbooks, the notion is
widespread that gallstones may exist in the gall
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bladder for many years and not cause symptoms.
I do not believe this. Such teaching, handed
down to us, we were willing to accept until the
pathology of the living taught us otherwise.
I believe that many cases of chronic dyspepsia,
the so-termed gastralgia, catarrh of the stomach,
gastritis, etc., but where jaundice has never been
present, are the result of gallstones which, while
not causing trouble definitely referable to the gall
bladder, nevertheless are factors in many ailments
for which patients take so-called digestants, pre-
pared food, restricted diet and so on, and evenjourney to Carlsbad. Such attacks occur at
intervals, extended usually over some little period
of time, and are frequently brought on by indis-
cretions in diet. Colicky pain, in the presence
of an enlarged gall bladder, is suggestive of the
passage of a stone through the cystic duct. If
the pain is colicky, without enlargement of thegall bladder, there is probably a calculus in the
common duct. But there are many cases whose
history contains but little to favor diagnosis of
gallstone disease, but which, upon operation,
show unsuspected havoc wrought by disease of
long standing. It is in these cases that the so-
called exploratory incision is indicated. No one
can diagnose all cases of gallstone disease through
the abdominal wall, but in cases where there is
strong suspicion of the ailment, intra-abdominal
diagnosis is justifiable. Masterly inactivity in
acute infections of the biliary system should be
replaced by masterly activity in lithiasis of the
gall bladder or its ducts.
Should the gallstone subject not be seen by the
physician in the early stage of the disease, or,
if seen, treated for some time by malicious medical
means, there will have been opportunity for the
play of much-to-be-dreaded complications ofgallstone disease. Three of the most vital organs
in the upper abdomen —the liver, stomach and
pancreas
—
may ultimately be irreparably dam-
aged. Gallstone disease is rarely or never unac-
companied by infection. Infective cholangitis may
ruin the liver. It may distort, if not destroy,
the gall bladder or its ducts; by continuity, it
may spread along the pancreatic duct, producing
chronic interstitial pancreatitis; by contiguity,
to the delicate peritoneum in the vicinity of the
gall bladder, giving rise to plastic peri-cholecystic
peritonitis, which may involve the stomach or
duodenum, with ultimate production of stricture
of the pylorus, and dilatation of the stomach.
Dilatation of the stomach fiom pyloric ob-
struction leads to stagnation of the stomach con-
tents, with much circulatory, and consequently
secretory, alteration. A pouch is formed in the
greater curvature, which, like the maxillary
antrium, has its opening at a much higher level
than its floor. In this pouch, food of several days'
consumption lodges and putrefies. The muscu-
lature abandons its attempt at overcoming the
obstruction, becomes flabby, and loses most of its
motor activity. The organ becomes congested,
and perversion of secretion takes place. At this
point the physician comes along with his pepsin,
pancreatin or papain, or all three at once. If he
knows little living pathology and much thera-peutics, then much to his surprise the " diges-
tants " do not digest; the " torpid liver " remains
torpid; the " neuralgia of the stomach " becomes
worse; the "sick stomach" remains sick and
" out of kelter." If he knows much living path-
ology and little therapeutics, then, since a little
knowledge is dangerous
—
much to his chagrin,
the dilated stomach remains dilated; the adhesions
at the pylorus do not become absorbed; and the
olive oil does not dislodge the gallstones from the
dense tissue that surrounds them, in the mean-
time, the patient's suffering continuing unabated,
which event would be the most favorable result
of such treatment, the usual result being that the
suffering becomes worse. If the physician knows
much living pathology, which has been learned by
the results of observations of surgical operations,
and much therapeutics, the surgeon is called in,
consulted as to diagnosis and treatment, and thepatient has ninety-six chances out of a hundred
for recovery. " The natural power of recovery
is often so great that all that is needed is but to
remove any unfavorable condition." 3
Please note that I am not discussing acute
dyspepsia to-night. The treatment of this con-
dition is undoubtedly purely medical. Here is
an outline of my treatment for chronic dyspepsia:
If a patient presents symptoms -of chronic
dyspepsia, chronic indigestion, indigestion that
has existed for a considerable length of time and
has not been relieved by judicious medical treat-
ment, he should have a most careful history taken,
and then be subjected to a thorough abdominal
examination, including palpation, to determine
enlargement, general or circumscribed or displace-
ment of the viscera, and tenderness, localized
or general. The stomach should be examined
as to size, motility, contents, position and so
forth. The stools examined chemically and
microscopically. It is my practice to give a test
meal, where I am not able to determine the con-
dition otherwise, or even when I can, but want to
know for purposes of record, if not for the purpose
of guidance in subsequent treatment of the case.
When the test meal is removed the stomach is
distended with air and the outline of the stomach
made out; also a full meal of articles of diet that
the patient is accustomed to eat, and the stomach
washed out at the end of eight hours; in this wise
I am able to determine, as definitely as one can,
the chemistry of the stomach, its motility and size.
I confess that often these stomach analyses shed
no light upon the diagnosis, yet in other instances
they do, and occasionally constitute the only
findings upon which we can base an opinion.
Microscopical examination yields information
of but little value. It may reveal occult blood,
or the Oppler-Boas bacillus. This organism may
be present in advanced stages of carcinoma of the
stomach, but is by no means pathognomonic of
this disease. Isolated carcinom a cells do not
form sufficient grounds upon which to base a diag-
nosis. When the case has reached this stage,
showing Oppler-Boas bacillus and carcinoma cells,
3 Mackenzie Bunley Caledonian Med. Jour., July, 1907.
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it is already too late for mechanical interference
to promise anything.
In gallstone, as well as duodenal, disease, in
many instances we have hyperchlohydria, while
in incipient malignancy of the stomach there is
certainly diminished hyperchlohydria and even
a trace of lactic acid which, associated with the
symptoms of chronic dyspepsia referable to the
stomach, alone warrants opening the abdomen.
What part can medical therapeutics play in these
lesions? I often wonder why internists persist
in the use of medicines under these circumstances,
and yet is it not a common practice?
That a gastric or gastro-intestinal neurosis
must be considered and excluded before opening
t lie abdomen of the patient we must bear in mind,
and not allow our enthusiasm in the good that is
done by radical treatment to get the better of ourjudgment. When we cannot satisfactorily de-
termine whether neurosis is responsible for the
symptoms, we should refer the patient to a
neurologist, and if at first sight he cannot defi-
nitely determine this point, the patient should
be given the benefit of the doubt and have rest
treatment and so forth, under the direct guidance
of the neurologist and not the surgeon. The mis-
take I think all we doctors too often make is that
we do not recognize our limitations; therefore,
I agree in favor of division of responsibility, and
t he placing of responsibility where it belongs, be
that the internist, the neurologist, or the surgeon.
I insist upon the doctor, under whose particular
line of work the patient comes, assuming the
entire charge of the patient. I have always
regarded it a mistake for an operative case not to
be treated by the surgeon. I am further of the
opinion that surgeons too often are not familiar
enough in after-treatment. I attribute much of
my success to the personal care my patients
receive after being operated upon; hence why I
often refuse operations that will not be done in
the hospital I attend.
A METHOD OF OBTAINING EXTENSION FOR
FRACTURES IN THE UPPER TWO-THIRDS
OF THE HUMERUS.*
BY HOWABD A. LOTHROP, A.M., M.D.,
Instructor in Surgery, Harvard Medical School; Assistant VisitingSurgeon, Boston City Hospital.
Fractures in the upper third of the humérus
are common, and failure to unite is rare, but a
certain characteristic deformity when the frac-
ture is near the tuberosities is not an unusual
result. In these cases, chiefly because of mus-
cular action, the upper extremity of the lower
fragment is displaced upward, inward and for-
ward. The deltoid and muscles of the upper arm
give rise to the shortening, and the pectoralis
major draws this fragment forward-inward. If
the shortening is not overcome, it is almost
impossible to avoid the anterior displacement of
the lower fragment because the upper fragment
acts as an obstruction behind it.
The usual method of obtaining extension for
fractures at the upper end of the humérus is by
relying upon the weight of the arm and forearm
to tire the muscles and drag down the lower frag-
ment. This is favored mechanically by allowing
the sling or supportive apparatus of the forearm
to include only the hand and wrist. In a large
number of cases this method is inefficient and
other means must be resorted to.
The practice of adjusting a weight at the elbow
is an old method, but it is cumbersome and un-
comfortable and its efficiency is questionable.
Some patients are put to bed and an extension
apparatus applied so as to exert a pull on the
fragments in opposite directions. Such treat-
ment is irksome and its results are not commen-
surate with the attending discomfort.
The following method was devised in an attempt
to correct a marked deformity in a case of fracture
of the surgical neck. This technic is new so far
as I am aware. The injury was already of two
weeks' duration and the deformity was very con-
spicuous. It was the usual displacement, viz.,
upper end of lower fragment displaced forward,
inward and upward so that it presented in front
of the head of the humérus and nearly as high
as the clavicle. The patient was a child and some
union* had taken place. The exact position of
the fragments was determined by x-ray photo-
graphs. Under ether, union was completely
broken up and the following apparatus immedi-
ately applied.
1. A tin, internal angular splint was applied,
but the short arm of the splint was adjusted to
To illustrate apparatus.
1. Shoulder cap; its lower corner in front in contact with angle
of splint.
2. Internal angular splint.
3. Adhesive plaster straps.
4. Axillary pad for high fractures.5. Sling for hand and part of forearm.
6. Bandage: upper turns firmly applied so as to force arm down
-ward, lower turns simply protect elbow.
7. Space between shoulder and shoulder cap.
patient's forearm and the long arm was of suffi-
cient length to reach to a point a little above the
level of the acromio-clavicular articulation. This*Read at a clinical meeting of the Staff of the Boston City Hos-pital, Nov. 21, 1907.
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